conditions within a few months of one another suggests that this was more than a chance association. It is true that, both are diseases of the senium and it is possible that a rapid onset of senility might have precipitated both conditions at about the same time. Whether Jakob's syndrome should be regarded as a separate morbid condition, or as the association of two diseases, hasbeen discussed recently by Grunthal, who is inclined to the latter conception, since the pathological pictures of senile dementia and paralysis agitans are ill-defined, and lesions both of the cortex and basal ganglia may be found in cases in which the symptoms are predominantly those of one or other disease. Morbid process of senility severely implicating the palato-striatum is, however,. ab striking clinico-anatomical phenomenon, and for this reason it is convenient to isolate this syndrome uinder the term Jakob's disease. The following two cases illustrate the clinical features of haematomyelia, and the early and late reactions of the spinal cord tissues to haemorrhage, as well as indicating two interesting causes of the condition. Case I.-A man aged 25, patient in the National Hospital, under the care of Dr. Hinds Howell.
Clinical history.-He was well until seven weeks before admission, at which time he noticed a numbness of the sole of his right foot. This spread slowly over the foot and up the back of the leg to the knee; at the same time he suffered constant severe pain across the back in the lumbar region. Four weeks after the onset his right leg became slightly weak. Five weeks from the onset, after playing a strenuous game of football, he had severe pain and stiffness of the back and legs. In the subsequent two days the pain was very severe, and there was a rapid development of complete loss of power and feeling in the legs, with retention of urine and feces. He -as admitted to hospital a fortnight later in this same condition.
Clinical examination.-Cranial nerves and arms normal. Lower abdominal muscles weak; legs flaccid and completely powerless. Tendon reflexes normal in arms, absent in legs. Right upper abdominal reflex weak, right lower absent; both left abdominal reflexes normal. All forms of sensation were absent below a level at D.12 right and L.1 left. A band of hypo-algesia was present from D.5 to D.9 on the right, with an intervening band of hyperalgesia.
The urine contained many pus cells. The cerebrospinal fluid was normal except tor a raised protein content of 0.090%, and there was no evidence of a block on jugular compression. Wassermann reaction negative in cerebrospinal fluid and blood.
Temperature was normal on admission. No leucocytosis or anaemia. Clinical diagnosis: subacute myelitis. The patient -beeme progressively worse, from an intractable infection of the urinary tract, -and died of acute suppurative pyelonephritis, and gangrenous cystitis. thirteen weeks after the onset of symptoms.
Post-mortem examination.-At autopsy the spinal cord looked normal except for a slight diffuse swelling of the lumbar enlargement, and rather large pial vessels in that region. Section of the cord showed a rounded cavity containing old blood, running down from the lower border of the 4th dorsal segment to the lower end of the cord. --Above, the cavity was small-and situated in the right posterior horn. At the 9%h dorsal segment it became more mediapn l,ying between grey and white matter, and at the 12th dorsal segment it bpame larger and. crossed the mid-line. On the posterior part of the section through the area of largest haemorrhage there was a sma,ll, oval, yellowish, porous-looking area of abnormal tissue. Microscopically this -was found to be a small angioma confined to that segment. It consisted of a, localized collection of large and small thin-walled blood sinuses. In a few the structure resembled normal veins, but they were mostly poorly formed, consistinig of a thin layer of collagen with a single lining layer of endothelium. There were some localized hyaline thickenings of the wi-alls. The tissue between these sinuses wcals haemorrhagic and composed of glial tissue, condensed in some areas w-ith scattered bands of connective tissue, and some nerve-fibres. An actual point of ruptuire of one of the larger sinuises was seen in some sections.
The clinical symptoms suggest that a slow leakage occulrred at first, then a, more massive heemorrhage. This severe haemorrhage, following a game of football, was probably provoked by the spinal venous congestion subsequient to strenuous exertion.
The haemorrhage appeared fairly recent, being composed of intact, red blood-cells, with a relatively small amount of blood pigment at the periphery. It appeared oldest in the 1st and 2nd sacral segments, which corresponded writh the earliest, svmptoms of numbness in the foot and back of the leg.
The white matter at the margin of the hemorrhage was severely degenerate(l. There wN-as some periva,scular infiltration of lymphocytes. and some proliferation of capillaries. In the grey matter of both anterior and posterior horns there were pronounced degenerative changes in the nerve-cells, w%ith neuronophagia, anid (lisappearance of cells.
Vascular tumours and malformations of the spinal cord are decidedlv rare. bult in the few cases reported, heematomyelia is a not uncommon complication. The angioma in this case is probably a congenital maldevelopment primarily, and( is perhaps more correctly termed a hamartoma than a tumour. Very simila,r ttumlouirs wAith hcomatomyelia have been reported by LissoNsky, Buckley, and Ohlmacher. Case II. A man aged 58, patient in the National Hospital, un(ler the care of l)r. Kinnier Wilson. Clinical history.-Seventeen months before ad(mission, he was sud(lenly awakened at night by severe pain across the low-er abdomen. There was a rapidly increasing weakness of the legs in the next twi-o days. Twenty-four hours after the onset he ha,d a nuimb patch over the upper part of the front of his right thigh. After tw o (lays the legs, bla,dder, and bowel were completely paralysed, and he had a nlumnb, (lea,d feeling up to the wi-aist. The pain had disappeared by the time this final pictulre had presented itself. In St. Mary's Hospital soon after the onset, an examination of the cerebrospinal fluid showed a strongly positive Wassermann reaction, 15 lymphocytes per c.mm., a raised globulin content, and a meningitic gold curve. The blood Wassermann reaction was also positive and antisyphilitie treatment was given.
He remained in the same state for one month, then gradually recovered. Pow-er slowly returned in both legs but at the same time he had a constant tight painful feeling in both legs and about the hips, and had frequent painful flexor spasmlis of' the legs. One yea.r after the first atta,ck he began to suffer much more severe pain in the legs, and this brought him to hospital. Clinical examnination.-The pupils reacted a little sluggishly to light, otherwise the cranial nerves w-ere normal. There -was a spastic paraplegia, the right, leg being w-orse than the left. Slight -wasting of right glutei, hamstrings, and quadriceps. NVibratioin sense was lost, in both legs. Position sense was grossly impaired iII the feet; worse in the right foot. Light touch was slightly impaired over the legs below the knees, otherwise there was no loss of cutaneous sensation, and there was no sensory level on the trunk. Gait very spastic. Cerebrospinal fluid examination was now entirely negative.
The patient became progressively worse and died from an intervening infectioni of bladder and bowel, twenty months after the onset of symptoms.
Post-mortem examination.-There was slight thickening and adhesion of the meninges over the dorsal surface of the cord, and very slight softening at D.12.
Section of the cord showed the brown scar of an old haematomyelia, extending fromt the 9th dorsal to the 4th lumbar segments. The pigmented area stained deeplv by the Prussian blue reaction for iron. Above, the area of old haemorrhage was small and rounded, lying just behind the posterior commissure. It became larger as it ran dowin and showed a lateral extension to the right cord margin in the 12th dorsal and 1st and 2nd lumbar segments, thus involving the posterior column, base of posterior horn, and lateral column. At L.1 it also invaded the base of the anterior horn. In the 3rd and 4th lumbar segments the hoemorrhage was again small an(l tubular, confined to the right posterior column.
Microscopically there was no cavity, nor were there any free red blood-cells.
There was a heavy deposit of blood pigment, mostly contained in macrophages forming thick cuffs around the vessels in the posterior columns. Several lymphocytes were scattered amongst the pigment-laden phagocytes. In somne areas the small vessels were surrounded by a pure round-cell infiltration and, in other places, the whole thickness of the vessel was infiltrated by lymphocytes. A localized inflammatory reaction of this type was seen in one large pial vein. This reaction, occurring distinct from the perivascular cuffing by macrophages containing iron pigment, was the most definite evidence of syphilitic vascular disease that was found. The exact source of heemorrhage was not detected. Possibly ruptuire had occurred in one of these small syphilitic vessels.
A dense glial scar was present in the area of piginietitationi, most pronounce(d centrally, with a lateral projection through the posterior horn to the lateral column in some areas. Large astrocytes ith heavy neuroglial fibres were seen by phosphotungstic acid hqematoxylin stain. There was also pronouince(d marginal gliosis with tufts spreading out into a thickened pia.
Pronounced local destruction of myelin and nerve-fibres-was shown by Loyez stain as pale areas in the region of pigmentation and scarring. There was also a, well-defined ascending degeneration in the posterior columns and descending degenera tion in the pyramidal tracts.
This long tubular and flattened strip of blood pigment is probably the relic of an extensiveliaemorrhage. Its distribution is similar to that of the first case, though probably the hemorrhage was smaller. The history of onsetanid the persistent pain support the contention that the lesion was primarily a haematomyelia. The haemorrhage cavity had been entirely filled in by a glial scar. The whole pathological picture is one of hiemorrhage rather than of softening.
There have been a few scattered reports of syphilis as a cause of hx matonyelia -though it would seem distinctly uncommon.
The tendency forhaematomyelia to spread out in the grey matter, particularly in the posterior horn, has been amply showil by reported cases, and experimentally by injections of blood and dyes into the spinal cord (Goldscheider and Flatau, Lepine).
It is explained by the greater vascularity and softer texture there.
Pain was a striking feature of these two cases. In both severe pain was the first symptom, and in the first case pain was distressing throughout the illness. This was 1106 Proceedings of the Royal Society of Medicine 100 probably due to irritation of the posterior horn cells bv extravasated blood. In the second case it was of interest that the pain stopped and then recurred very severely one year later-suggesting some relation to the forming of a glial scar in the p6sterior horns.
